Forty-one children with acute laboratory confirmed Japanese encephalitis were studied. Serum iron concentrations were consistently low following Japanese encephalitis virus infection, with the levels being of prognostic significance.
Introduction
Japanese encephalitis virus (JEV), an arthropod borne flavivirus' is one of the major causes of acute encephalitis2 and is responsible for thousands of cases each year, mainly in the Far East. 3 In Uttar Pradesh, India. Japanese encephalitis is probably endemic4 with high mortality.' Little is known about the pathogenesis of infection in man.
Alteration in iron metabolism is an accompaniment to a variety of infections and inflammatory states. 6 Pekarek et al. 7 have demonstrated a significant fall in serum iron concentration before the onset of illness in volunteers exposed to bacterial infection and in asymptomatic subjects after exposure to live attenuated Venezuelan equine encephalomyelitis virus vaccine.8 A reduction in plasma iron has been shown to occur during a number of bacterial infections9 or after injection of bacterial lipopolysaccharide.'0 This response to infections has been regarded as a host-mediated attempt to control the infection by limiting the iron availability to organisms.1 Recent studies in mice revealed a low serum iron concentration following JEV infection' caused by the action of macrophage derived factor, which blocks the release of iron from splenic reticuloendothelial cells.'3 To date no information is available on changes in iron levels during JEV infection in man. Following JEV infection hypoferraemia with transient anaemia has been demonstrated in mice. The degree of decrease was associated with the severity of infection.9 The hypoferraemia is achieved by a block in the release of iron from reticuloendothelial cells in spleen by a macrophage derived factor.'0
Patients and methods

Ninety
The serum iron level decreases during inflammation6 which causes reduction in synthesis of hepatic export proteins, albumin and transferrin, resulting in hypoferraemia. Simultaneously, the release occurs of certain acute phase proteins formed by activated monocytes of liver with their increased concentration in serum.' A fall in serum iron due to alterations in plasma proteins is a general marker of inflammation. In the present study there was no apparent alteration in total protein or albumin, which suggests that there was no change in protein synthesis in liver during JEV infection.
Once the specific diagnosis of JE in patients has been made on the day of admission either by indirect immunofluorescence examination of cells in CSF5 or by estimation of IgM antibodies in CSF,'7 it may now be possible to predict the prognosis of JE in confirmed cases by measuring the serum iron on the same day.
